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Epileptic pseudodementia refers to a condition in which elderly patients present with memo-
ry disturbance due to unrecognized complex partial seizures. Memory disturbances in these
patients can manifest in two ways: discrete episodes of amnesia, or an insidious fluctuating course
of memory dysfunction, simulating dementia. Cases of epileptic pseudodementia have rarely
been reported so far. We herein report a patient who presented with progressive dementia and
personality change associated with complex partial seizure. A 68-year old previously healthy
man with 16 years of school education visited our memory disorder clinic because of memory
disturbance and changes in personality. These symptoms developed insidiously and progressed
quite rapidly over 6 months without fluctuation. Detailed history revealed that he occasionally
mumbled or smacked his lips with facial flushing during watching TV or conversation. Neuro-
logical examinations were within normal limits except for the decreased MMSE score (21/30).
Neuropsychological tests were significant for profound memory loss accompanied by mild anomia
and frontal executive dysfunction. Brain MRI showed high signal intensities in bilateral (left worse
than right) hippocampus and amygdala on T2WI and FLAIR images. Brain F18-FDG PET revealed
a focal hypermetabolism in the left mesial temporal area. Initial surface EEG was normal but
prolonged EEG monitoring showed intermittent epileptiform discharges originating from the left
temporal lobe. Despite seizure-free state after treatment with antiepileptic drug, his cognitive
impairments persisted for about 13 months and then began to improve gradually. Unlike the previ-
ous epileptic pseudodementia cases who had only memory disturbance, our case showed
dementia associated with complex partial seizures. We learn from this case that the possibility
of epileptic pseudodementia should be considered when elderly patients present with memory
disturbance or dementia of atypical course, especially because complex partial seizure is often
unrecognized without detailed history and epileptic pseudodementia is a reversible cause of
memory dysfunction.
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Table 1. Results of neuropsychological tests
2000. 11. 25 2001.7.9 2001.10. 10 2002.7.18
Attention
Digit span:forward / backward 4/4 52 4/2 4/2
Letter cancellation Normal Normal Normal Normal
Language & Related Function
Spontaneous speech Normal Normal Normal Normal
Comprehension Normal Normal Normal Normal
Repetition Normal Normal Normal Normal
K-BNT* 39/60 19/60 22/60 30/60
Reading Normal Normal Normal Normal
Writing Normal Normal Normal Normal
Praxis BPO' error Normal BPO error Normal
Finger naming Normal Abnormal Normal Normal
Rt.-Lt. orientation Normal Normal Abnormal Normal
Calculation Normal Normal Normal Normal
Body part identification Normal Normal Abnormal Normal
Visuospatial Function
Interlocking Pentagon Normal Normal Normal Normal
Memory
Time/Place/Remote 3/5/5 5/3/3 2/4/2 5/5/0
3 word registration/recall 3/0 3/0 3/0 3/0
SVLT' free recall/delayed recall 2+3+3/0 3+2+2/0 0+2+3/0 3+4+4/0
SVLT Recognition 11-6=5 3-1=2 9-6=3 3-2=1
(Discrmination index=true positive-false positive )
Rey copy/immediate recall/delayed recall 36/6/6 17/2.5/0 33/0.5/0.5 34/2/0
Rey copy Recognition (Discrmination index=true 10-7=3 0-0=0 2-4=-2 0-0=0
positive-false positive )
Frontal / Executive Function
Contrasting program Normal Normal Abnormal Normal
Go-no-go test Abnormal Normal Normal Normal
Fist-edge-palm, Abnormal Normal Normal Normal
Alternating hand movement Normal Normal Abnormal Normal
Alternating square and triangle Normal Normal Normal Normal
Luria loop Normal Normal Normal Normal
Semantic (animal/supermarket) 8/6 6/2 5/10 8/9
a/o0/A 41/2 4/5/2 4/2/3 0/0/2
Stroop test letter/color 112/66 111/89 112/103 112/89
General Index
MMSE 23 22 22 27
CDR 05 2 2 2
GDS* 20/30 13/30 6/30 14/30
Barthel index 20/20 20/20 20/20 20/20

Hachinski ischemic score

117 117

* Korean version of the Boston Naming Test, ; Seoul Verbal Learning Test, *; Body part as object error, ¥; Geriatric depression scale.



VS A adollen Axe] 29 B A7 Al dAd
L)

A st AR WA 29 o

20009 119 259 13 2144

B Al BxACINT AN H23 WG o)
AR, KMMSEE 23/303 ol F952 ol
A FARYT R4, FokEY), 222 W), weh B

e Agelglnh aw HAE oISty AARINE 608 2

AA 0 7 Hke-gh Y-S 3948 A o= 89 ¥ ol
o HIgIA AASHA Bl 5ol ATH2 percentﬂe) 2719}
1= HlA HAFA oIt PraxisHAtl e EAR-E ol

A 27he) AR =st 25k R 374 LRE Bl
A

Rey 5‘"}5}5 y EA }(36/36 »16percentile) | A wlj-§- %58 4
E 3 A Aggd dist 22 574 F
7HAE, A 7‘]‘#‘3"“ ek Aol 57 F 57HE & g
SATh Al ©ol 719 2 3N 719 FE5 BT 7Hs 8
O} I oA 7198k Xtk tiEE olf il
A BF & gigsiart Ao 719 AAR Seoul Verbal
Learning Test (SVLT)olA A ¥, T Wxl, Al #A 25
34l A Zh2) 270, 37N, 3R e yEslE o dAs] At
o] Aok 2FaHeg HALaHE BoH ol &) IF
AEE A2 HolA] Ut 208 F A IelA A E
719844 Zapatk v 719 AAE

o
b

_C}aH Rey HECE

=T H-L-0

145
(Rey figure) S AHE3IATE ©]v] A1F3 HE Rey BE=Y
TARE 361 TH 3 360 ou, S 343 A 3ol A
7t} 67 wol A1 7]|9e] A aES ¢+ 3

=
2t} Contrasting program< 2 53138} =H Go-no-go test
dMes 2% W F ol We e JdE g sl B
< H43th Fist-edge-palm¥} alternating hand movement:
TP F AT St wAd A= Fst
A FE3ladh A E-da4g w2 187 (Alternating square
& triangle) & Luria loop 187]dlA AZsiAl 2 IHTh
Word fluency+= St Blall §A3] Ast=o] Atk
U 2 B D A B4, 2 W 52 B 5
= Qg A70lgrh AHH Z15AA R Mg B, 2
12 VDRL ¥ TPHA] &40|Ath T4 XA
T & BT Aotk 20009 119 Alsish
7184 % ¢(MRI) ] FLAIRSF T2 7x93A 4= 3k,
HZA gk 2415 FEE Bols Wulo] #aEthFig. 1).
8-FDG PET AN 5 A SF99

A3 e

HEEAKHFig. 2A).
20009 119 2701 % WA Qe WE Al ZAS T 3
A3} 20009 10€ E1 TVE ] AaAY U3tE sh=
o d=o] #A ‘%P‘Wi ot
T A $EARHEA T4 #Ee e
A=

SO stk THe $2 B
7t 99k olol 27y el AeAE AL oA
2 4S9t Mok 18H0R AN AnE ol

1

ojglol 7+ vh= HolA gttt

Fig. 1. Brain MRI shows high signal intensities in bilateral hippocampus and amygdala on T2-weighted (A) and FLAIR images (B), more

marked in left in left side than right.
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Fig. 2. Brain F18-FDG PET images of patient. A: The initial images show hypometabolism in bilateral anterior temporal area and focal
hypermetabolism in left mesial temporal area (2000. 11. 24). B: On the follow-up brain PET, the anterior temporal hypometablism aggra-
vated slightly, while the left mesial hypermetabolism disappeared (2001. 7. 20).
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Fig. 3. EEGs obtained during video-EEG monitoring for 3 days (2001. 9. 18-20). A: The EEG recorded on the first day of the monitoring
shows rhythmic discharge in the left fronto-temporal area suggesting EEG seizure from left fronto-temporal area. During EEG seizure,
there were no clinical events. B: The EEG on the third day shows rhythmic activities in left fronto-temporal area. The artifact shown in this
EEG represents whole body movements and shouting associated with seizure activity.
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